Abstract. Two male patients aged 36 and 52 years with thyrotoxicosis revealed a serum T3 of 2.8 and 6.5 nmol/l and a serum T4 of 166 and 238 nmol/l, respectively. Both had been exposed to iodine (2\p=n-\10 mg daily) for 2\p=n-\12 months before thyrotoxicosis was diagnosed. Urinary iodine excretion was high, 5000 and 10000 nmol/24 h (624\p=n-\1250 \g=m\g). The uptake of 131I in the thyroid glands were low, none had goitre. Their iodine intake was interrupted, urinary iodine excretion gradually decreased, and T3 and T4 in serum concomitantly normalized. They were clinically and biochemically euthyroid 9 and 11 weeks after withdrawal. After 14 and 22 weeks they had normal thyroid uptake of 131I, and thyroid scans showed glands of normal size and configuration, TRH-stimulation and a T3-suppression tests became normal. ESR was not elevated in any of the cases, thyroid antibodies against thyroglobulin and follicular cell microsomes were absent and TSAb was undetectable during the thyrotoxic stage. Thus no evidence of any pre-existing and/or pre-disposing pathological condition in the thyroid glands were found. The mechanism for the iodine-induced thyrotoxicosis in such cases remains obscure.
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It has long been known that iodine intake in excess may induce thyrotoxicosis (Breuer 1900) , but it was thought that this only occurred in glands carrying some underlying disease with autonomously func¬ tioning tissue, e.g. nodules or autoimmune thyroiditis (Connolly et al. 1970 ; Ermans Serum T3, T4 and total iodine in serum and urine at intervals after iodine withdrawal for 2 patients with iodine-induced thyrotoxicosis. (Papapetrou & Jackson 1975) . Recently three groups have independendy re¬ ported transient thyrotoxicosis and low iodine up¬ take by the gland in 9 patients with lymphocytic thyroiditis (Gluck et al. 1975; Asteris et al. 1977; Gorman et al. 1978) . These cases were separated from 'silent' subacute thyroiditis only by histology. Some had a small goitre. The thyrotoxic episodes showed a tendency to relapse, and were sometimes followed by a transient hypothyroid phase. Thyroid biopsy was not available in our patients because goitre was not present. Iodine-induced thyrotoxicosis Can therefore not be separated with certainty from these types of thyroiditis in our cases. However, the history of iodine exposition verified by the high urinary iodine excretion and the gradual improvement after iodine withdrawal is strong evidence for iodine as the causative agent.
The fact that no anatomical or functional defects were demonstrable in the glands after recovery constitutes no proof that they were disease-free before the iodine intake started, but this assump¬ tion is very likely.
The pathogenesis of 'Iodine-Basedow' in previ¬ ously normal glands is obscure. Increased proteolytic activity in the thyroid was demonstrated in rats exposed to high iodine intake for several weeks. (Sinadinovic & Liewendahl 1976 ). An increased proteolytic activity would explain both the hypersé¬ crétion and the lack of goitre in our patients. In the experimental animals, thyrotoxicosis did not ensue. Excessive iodine intake may cause thyroid damage similar to thyroiditis in dogs (Belshaw & Becker 1973 
